We have shown that both humoral and cellular immune-potential are progressively diminished with decreasing glomerular filtration rate (GFR) (Byron et al, 1976) and that the degree of renal failure at which the impairment becomes readily detectable corresponds to a GFR of approximately 10 ml/min. In our hands, maintenance of a patient with essentially no renal function on regular haemodialysis corresponds to an effective average GFR of 10-15 ml/min. These studies were carried out to investigate whether improvement in immune potential resulted from regular haemodialysis, as might be predicted by the increase in effective average GFR.
Material and methods
The seven patients investigated were all in severe renal failure. Five were female and two male, and the aetiology of the renal disease included polycystic kidneys (2), chronic pyelonephritis (2), glomerulonephritis (1), postpartum cortical necrosis (1), and unknown causation (1). The mean GFR of the group was 2-3 ml/min and the mean serum creatinine was 15-5 mg/100 ml. None of the patients was taking drugs likely to interfere with immune potential.
Methods used in the investigation of cellular and humoral potential were those we have used previously (Byron et al., 1976) except that contact sensitization to dinitrochlorobenzene was not included. Humoral immune potential was quantitated by the measurement of antibody titres before and 17 days after immunization with TABT vaccine. Cellmediated potential was investigated by the determination of 48-hour skin induration after injection of a bank of commonly experienced antigens and by Received for publication 20 January 1976 the in vitro blastogenic responses to tuberculin, Candida albicans, and phytohaemagglutinin (PHA).
The 19-day protocol was carried out on each patient before the institution ofregular haemodialysis and again after at least three months' regular haemodialysis. The results, before and after treatment, were compared using the paired t-test. (Byron et al, 1976 ). This trend is to some extent reversed after haemodialysis with a response which is approaching the normal. The change is, however, not significant (p > 0'2).
We have also previously demonstrated a slower response to PHA mitogenesis in patients with low GFRs so that comparison of results after periods of incubation longer than 72 hours reveals significantly greater uptake of thymidine in the patients with severe renal failure than in normal subjects. This trend is also reversed by haemodialysis. A significant reduction (p < 0-05) in 120-hour PHA-induced blastogenesis was found when pre-and posthaemodialysis results were compared. Interpretation of this change is made more difficult by a nonsignificant (p > 0-1) increase in the uptake of thymidine by unstimulated lymphocytes after haemodialysis.
The changes observed probably represent a combination of increased control uptake of thymidine together with a tendency to return to a more normal timing of peak transformation.
Discussion
Patients in severe renal failure show impaired protein synthesis which is restored by adequate regular dialysis therapy (Coles et al, 1970 (Cochrum et al, 1974 
